J7., 1964, 2, [609] [610] [611] Widespread inflammation of the walls of small arteries, either in the form of classical polyarteritis nodosa or as a generalized arteritis, has been described as a result of sensitization of the human body to a variety of antigens. Many of these have not been of a protein nature, and then it is assumed that the incriminated substance has acquired its antigenic properties by becoming linked to a protein in the plasma. Drugs suspected of being incriminated in this way have included antibiotics such as chloramphenicol (Rose and Spencer, 1957) , penicillin (Waugh, 1952; Winton and Nora, 1955) , streptomycin (Edge et al., 1955) ; sulphonamides (Rose and Spencer, 1957; Lichtenstein and Fox, 1946) ; organic arsenic compounds (Miller and Daley, 1946) ; barbiturates (Meyler et al., 1960) ; chlorpromazine (Symmers, 1958) ; corticosteroids (Slocumb et al., 1957; Rose and Spencer, 1957) ; D.D.T. (Hill and Damiani, 1946) ; hydantoin derivatives (Van Wyk and Hoffman, 1948) ; hydrallazine (Symmers, 1962) ; iodides (Rasmussen, 1955) ; metals such as bismuth (Rose and Spencer, 1957) , gold (Meyler et al., 1960) , and mercury (Winton and Nora, 1955); phenylbutazone (Hodge and Lawrence, 1957) ; quinidine (Symmers, 1962) ; and uracil compounds (McCormick, 1950; Dalgleish, 1952 X-ray examination of the chest showed some cardiac enlargement only. C.S.F. on 6 June showed less than 1 cell/c.mm., protein 55 mg./100 ml., and globulin negative, and on 4 September 2 lymphocytes per c.mm., protein 100 mg./100 ml., and globulin negative. Electroencephalogram under sedation showed slight excess of theta activity only and no focal lesion. Muscle biopsy showed a little secondary muscle atrophy (shrinkage, sarcolemmal nuclear crowding, and some centralization), consistent with peripheral neuropathy, but no evidence of myositis or arteritis. Blood-pressure while she was in hospital did not exceed 175/90, so no further guanethidine was given.
Her general condition slowly deteriorated, and after some weeks of observation, during which no infective or neoplastic cause for the fever was found, treatment with steroid, prednisone 40 mg. a day, was begun. Improvement was immediate and fever disappeared, E.S.R. fell rapidly to 13 mm. in 1 hour, she became much stronger and gradually got on to her feet again. Her mental state also steadily improved. At the end of four months' treatment she could speak and write clearly and sensibly, though her mood was rather euphoric and articulation slightly slurred. She could walk in the street on her own but was rather unsteady. Tendon reflexes remained very brisk and rather more so on the right, but both plantar responses became flexor. Haemoglobin rose to 15.5 g./100 ml. With reduction of prednisone dosage to 10 mg. daily, E.S.R. rose to 60 mm. in 1 hour, but she appeared to be holding her own. Case 2, presenting as classical polyarteritis nodosa, has responded very well to treatment and remains in remission two years after onset, though the patient still needs a maintenance dose of steroid and hypotensive therapy. His progress on both has been so good that it seemed unwise to disturb it.
Case 3, presenting as cerebral vasculitis, is in incomplete remission and still needs a maintenance dose of prednisone.
The hypertension, however, has disappeared and no longer needs treatment, possibly because the cerebral features included partial infarction of the brain-stem.
The duration of hypertension prior to onset of symptoms, together with the dosage of guanethidine and the duration of its administration, is set out in the Table. This also lists the drugs given concurrently with guanethidine.
The important question in the series is obviously the possible relation between the patients and their drug treatment. It might be argued that the original hypertension for which treatment was instituted was itself a manifestation of pre-existing but latent polyarteritis. The length of time that this severe hypertension had been present (6, 4, and 10 years respectively) seems to refute this proposition. A second possibility is that the polyarteritis developed spontaneously in the course of each patient's hypertension and that guanethidine and chlorothiazide happened to be the drugs in use at that time-the " secondary periarteritis " of Knowles et al. (1953) The possibility of chlorothiazide as a causal agent has also been considered, .since it too was being taken with guanethidine in one of the cases and possibly in two of them; but it is so widely used for other purposes without harm accruing that this seems unlikely. As to the possible significance of the combination of guanethidine and chlorothiazide, no evidence is offered. It could apply to only two of the cases here presented. Summary Three cases are described in which "collagen vascular disease" developed during treatment of long-standing hypertension with guanethidine. Subacute inclusion-body encephalitis was first reported by Dawson (1934) as a disease of children characterized by the finding of type A inclusions in the nuclei of cortical neurones. Similar cases were subsequently described (van Bogaert, 1945; van Bogaert et al., 1956) under the title of " subacute sclerosing leucoencephalitis," and it is now believed that these two syndromes are identical (Greenfield, 1950) . The disease affects children and young adults and has an insidious afebrile onset, usually with deterioration of personality and behaviour and sometimes associated with epilepsy. The second stage is characterized by akinetic mutism with complex involuntary movements, myoclonic or ballistic, occurring at intervals of 5-10 seconds and accompanied by synchronous periodic highvoltage complexes followed by periods of electrical silence in the electroencephalogram (E.E.G.). The third and final stage is one of progressive decortication leading to death within months or at the most two years. Excellent reviews of the clinicopathological findings are given by Dawson (1934) , van Bogaert et al. (1956), Foley and Williams (1953) , Pallis and Spillane (1957) , Poser and Radermecker (1959) , and by Brain et al. (1948) .
Remissions are occasionally seen in the early stages (Simpson, 1961 ), but recovery is so rare that in Simpson's Case 11, when apparent recovery occurred, he concluded that the diagnosis was incorrect. One non-fatal case was recorded by Kurtzke (1956) , who accepted the diagnosis.
We report below a patient who was believed to be suffering from this condition but who has apparently made a complete recovery.
* Department of Neurology, Regional Neurological Centre, General Hospital, Newcastle upon Tyne. 
Case Report
A 17-year-old boy was sent home from school on 14 June 1963 complaining of tiredness, loss of appetite, and a sore throat. He developed a generalized headache and drowsiness, and in the next few days exhibited severe behaviour disturbances, notably swearing, saying and doing inappropriate things, and being restless and totally disorientated. These symptoms led to his admission to a psychiatric unit, where physical examination disclosed no neurological signs, but an E.E.G. showed a doubtful focus in the right posterior temporal region. On 22 June, after an injection of methedrine, he had a major epileptic seizure followed by status epilepticus, which was controlled with paraldehyde and barbiturates.
